Experience with amoebic infestation of the pleural space and the lung in an area where amoebiasis is endemic is described. The manifestations of pleuro-pulmonary amoebiasis are outlined, and, for completeness, a note is added on pericardial amoebiasis and the technique of pericardiocentesis.
disease (80% of which were in relatively young men) seen in this new community was a late and probably iatrogenic complication of traumatic haemothorax in 50%, and in nearly all these patients the trauma was a stab wound. In the remainder the commonest cause of empyema was amoebiasis and in most of these patients the pleural infection was an extension from the liver. The purpose of this paper is to relate the natural history of amoebiasis which has extended into the pleural space or the lung.
Extension of amoebiasis from the liver to the lungs and pleura is well documented, and the problems which relate to amoebiasis in clinical practice have been described by Wilmot (1962) . Pleuro-pulmonary amoebiasis may, develop as a consequence of:
(1) Direct extension (either abruptly by rupture of a liver abscess, or insidiously) from the liver through the diaphragm either (a) to involve the pleura, here promoting the symptoms and signs 91 of pleurisy, or with the development of a serous effusion or an empyema; or (b) into the lung with the development of pulmonary consolidation, lung abscess or broncho-hepatic fistula.
(2) Haematogenous dissemination to the lungs from the bowel or liver, with either single or multiple pulmonary abscesses, or localized or diffuse areas of pulmonary consolidation.
With regard to direct extension from the liver into the pleural space or lung, it is common to hear a pleural rub in a patient with an amoebic liver abscess. Such a rub may disappear with specific anti-amoebic treatment, or may be a prelude to the development of a serous pleural effusion or an amoebic empyema, the consequence of rupture of an amoebic abscess of the liver or sub-phrenic space into the pleural space. Rub and serous effusion are not inevitable precursors to the development of an empyema. Amoebic empyema thoracis may also result from direct extension of an amoebic lung abscess to the pleura. The development of amoebic empyema may be abrupt or insidious; an insidious onset is more usual, but sometimes the onset is acute, with severe pain and shock, followed quickly by death. The right pleural cavity is more often involved (Figs 1 and 2) but occasionally a left-sided amoebic empyema is found (Figs 3, 4, 5, and 6) .
There are well-documented cases of left amoebic empyema which has developed as a complication of amoebic pericarditis, itself the manifestation of direct extension of hepatic amoebiasis through the diaphragm into the pericardium. Pus obtained at thoracentesis in a patient with an amoebic empyema is usually 'anchovy' in colour but may be yellow or green; it must be examined both for pathogenic bacteria and, by appropriate techniques, for amoebae. Drug therapy for amoebiasis, in conjunction with intermittent closed drainage, is more often successful in amoebic empyema Response to anti-amoebic drugs was unimpressive clinically and radiographically, and the possibility of another cause for the 'pulmonary' lesion was considered an indication for exploratory thoracotomy. The lesion was shown to be a subphrenic abscess in which there were amoebae.
coughing. There This patient was known to have hepatic amoebiasis. The pulmonary and pleural lesions cleared with appropriate drug therapy. E. histolytica was found in the sputum. chloroquine, and postural drainage will cure most amoebic lung abscesses; secondary bacterial contamination of the lung abscess may require appropriate chemotherapy. Resolution is the rule; occasionally, irreversibly damaged lung, with bronchiectasis or a chronic cavity, may require resection. Since an amoebic liver abscess is occasionally in communication with the biliary system, it sometimes happens that rupture of an abscess into the bronchus is followed by a broncho-biliary fistula which is recognized by the expectoration of bile-stained sputum; recovery with conservative management is again the rul_.
In the community in the south-east region of (Maddison, 1965) ; in all, the lesion cleared radiographically with appropriate drug therapy.
In the management of a patient in an area in which amoebiasis is endemic, and in any patient exposed by travel to the possibility of infestation by E. histolytica, it is important to keep in mind the possibility of pulmonary or pleural amoebiasis when faced with the need to treat a right lower pulmonary or pleural lesion which resists standard FIG. 14 management for an acute infection. It is convenient to include here a brief discussion on amoebic pericarditis. In the majority of patients this complication is associated with an abscess in the left lobe of the liver (Macleod, Wilmot, and Powell, 1966 (Gotsman and Schrire, 1966) .
